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24
Rift Valley fever virus (RVFV) belongs to the Phlebovirus genus of the Bunyaviridae family. Its 25 negative-stranded tripartite RNA genome is encapsidated by nucleocapsid protein and is surrounded 26 by a lipid-containing envelop which is derived from the trans-Golgi network (36). Two membrane-27 anchored viral glycoproteins, Gn and Gc, assemble into capsomers that cover the viral surface 28 following a T=12 icosahedral symmetry (12, 19) . The glycoproteins mediate host cell attachment of the 29 virus and its subsequent entry into the cell (36). A 78-kDa glycoprotein of unknown function, which is 30 an N-terminally extended version of Gn, has been reported as a third structural glycoprotein, present 31 only in minute amounts in the viral envelop (21, 39).
32
RVFV is responsible for severe epidemics among ruminants in Africa and on the Arabian Peninsula, humans, a wide variety of animal hosts can be infected with RVFV including nonhuman primates, 38 rodents and pets (11, 18) . The virus also efficiently infects a large collection of different cell types in 39 vitro (Fig. S1 ). The broad host, tissue and cell tropism of RVFV suggests the involvement of a 40 common cell surface attachment factor to be utilized by RVFV to establish infection.
41
To initiate entry into the cell, viruses need to interact with a cellular receptor, which is sometimes 42 preceded by binding to a primary attachment factor (30 polyomavirus has been reported to use both SGs and GAGs for entry (37).
57
We started to study the involvement of SGs and GAGs in RVFV entry by using a collection of Chinese 58 hamster ovary (CHO) cell mutants with specific genetic deficiencies in glycan synthesis (Table S1) K1 cells in a dose-dependent manner, whereas for VSV ns no such effect was observed ( Fig. 2A) tertiary structures of these glycoproteins (13, 17) . Clearly, the identification of the HS binding site on 115 the viral surface requires further study.
116
HS dependency has for some viruses been shown to be acquired after repetitive virus passage in cell analysed by fluorescence microscopy and quantified for GFP expressing RVFV infected cells.
295
Graphical data shown are normalized to the infectivity of CHO K1. Significant differences between 
